It has been known for many years that primary open-angle glaucoma (OAG) occurs more frequently in families in which another relative suffers from the disease. A recent study found a 50% positive family history among patients with primary OAG.1 And the sibs and offsprings of glaucoma patients have been shown to have an increased incidence of glaucoma.2 4 Throughout the years many features related to OAG have been found to be heritable. Among these are the increased cup/disc ratio,5 the height of the intraocular pressure,6 and the hypersensitivity to topically administered corticosteroids.7 The accepted view today concerning the mode of transmission of primary OAG is that it is multifactorially inherited,4 8 and various workers have looked for associations between genetic polymorphisms and OAG.9
The present study presents the results of genetic marker studies on patients with primary OAG drawn from 2 distinct population groups and compares them with healthy control samples.
Materials and methods
Sixty-one black patients and 31 white patients with OAG constitute the material for the study. All the patients were attending the glaucoma clinics at the Johannesburg General Hospital and at St John's Eye Hospital, Baragwanath. The control population used for the black population was the Rural Pedi, which had been carefully selected for the International Biological Programme (Human Adaptability) by Jenkins.10 In the case of the newer polymorphisms other populations studied by the MRC Human Ecogenetics Unit were used. The Caucasoid patients were compaied with a population sample of Johannesburg Afrikaans university student volunteers who are part of an ongoing study into the genetics of hyperlipidaemia.
Blood was collected by venepuncture into 2 Vacutainers, one containing ACD and one containing no anticoagulant, and tested for a wide range of genetic characters. Blood grouping was performed by standard methods recommended by Race and Sanger," the red cell enzyme systems and haptoglobins and transferrins by the methods summarised by Giblett. ' '6 Phenotype differences between the population with the disease and the control population were assessed by means of the x2 test. The method of Woolf'7 as modified by Haldane18 was used to assess the significance of the association between a genetic character and the disease.
Results and discussion
The phenotypes among the black glaucoma patients and their normal controls are set out in Tables 1  227 and (unpublished data) .)
It will be seen that no significant differences could be found in the ABO, MNS, rhesus, Kell, Duffy, 6-phosphogluconate dehydrogenase (6PGD), adenylate kinase (AK), phosphoglucomutase (first and second loci) (PGM1 and PGM2), acid phosphatase (AcPh), peptidase A (PepA), glutamic pyruvate transaminase (GPT), glyoxalase (GLOI), carbonic anhydrase I and IL (CA, and CA,,), esterase D (EsD), haptoglobin (Hp) and transferrin (Tf) systems. There seemed to be an excess of glucose 6-phosphate dehydrogenase (G6PD) deficient individuals (Gd(-), A-) among the glaucoma patients, but it did not attain significance (P>005).
The same range of investigations was carried out on Caucasoid patients suffering from glaucoma and the results compared with a normal control population (Tables 3 and 4 ). Significant differences 
